Twenty-five patients with acute pancreatitis were studied prospectively in the first week of their admission using haematological and coagulation tests. Platelet counts initially fell and later returned to admission levels. Rising levels of plasma fibrinogen were recorded. The kaolin cephalin clotting time was shorter than its control in twenty-one patients. Eighteen patients had elevated fibrinogen degradation products and fourteen had a positive ethanol gelation test. It is suggested that by taking into account the results in series of individual patients a degree of intravascular coagulation may be a common feature of acute pancreatitis. In one patient (presented in detail) strong evidence for disseminated intravascular coagulation was found.
Introduction
Haematological abnormalities including coagulation upsets have been noted in patients with acute pancreatitis. Trapnell (1966) reported falls in serial values of haemoglobin, white blood count and haematocrit in patients admitted with acute pancreatitis. Innerfield, Angrist and Benjamin (1952) noted a state of hypocoagulability, whereas other workers have observed a hypercoagulable state (Shinowara et al., 1963; Hirayama et al., 1974) . Disseminated intravascular coagulation (DIC) has been reported in acute pancreatitis (Minna, Robboy and Colman, 1974; Yoshikawa, Tanaka and Guze, 1971) and post-mortem studies confirm the presence of widespread thrombosis in a proportion of cases (Smyth, 1940) .
No previous prospective study has been made of haematological and coagulation indices in patients with acute pancreatitis. In this study these indices have been examined prospectively, and an attempt has been made to assess the presence or absence of intravascular coagulation.
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Materials and methods
The twenty-five patients with acute pancreatitis included in this study comprised fourteen male and eleven female patients with a mean age of 43 years. The criteria for diagnosis and the conservative management regimen for acute pancreatitis have been previously fully described (Imrie and Whyte, 1975) . The aetiology of acute pancreatitis was attributed to excess alcohol intake in 48%, biliary disease in 48% and in 4% no aetiological factor was identified (Table 1) . There were no deaths in the study group. The daily haematological and coagulation indices which were studied are listed in Godal and Abildgaard (1966) , measures the level of soluble fibrin in the plasma. All other estimations were carried out using techniques described by Dacie and Lewis (1975 Haemo-149 (1-8) (1-9) 13-6(1-7) 13-4(1-3) (1-9) 12-7 (1-5) (1-2) (1-3) globulin Haemotocrit 42-9 (5-1) 42-3 (5-5) 39-9 (5-1) 38-8 (3-7) 36-9 (5-1) 36-8 (4-2) 36-2 (3-3) 404 (3-8)
White blood 14-7 (4-6) 12-9 (5-0) 11-2(4-4) 9-9 (4-4) 9-0 (3-6) 8-9 (3-4) 8-9 (2-4) 6-6(1-6) 
Results
The results are summarized in Fibrinogen levels, which were in the normal range on admission, rose steadily and the mean values were persistently elevated from day 2 onward (Fig. 1) (Imrie and Whyte, 1975) . His initial haemoglobin was 14-3 g/dl, platelet count 178 x 109/1 (178,000/mm3), and the serum FDP value on three occasions was 160 ixg/ml (Fig. 2) group.bmj.com on January 13, 2018 -Published by http://pmj.bmj.com/ Downloaded from to be shorter than the controls in eleven of the twenty-four patients, but in only two was this significant (more than 6 sec).
Discussion
The falling haemoglobin and haematocrit during the first week may be caused by a combination of the haemodilution, intravascular coagulation and blood loss into and around the pancreas, and has been noted previously (Trapnell, 1966 ). An early leucocytosis has also been recorded in patients with acute pancreatitis and has been associated with a more severe form of the disease (Ranson et al., 1974; Thai, Perry and Egner, 1957 (Gurewich, 1974; Kierulf and Godal, 1971) . In those patients with acute pancreatitis in whom DIC has been described (Mungall and Hague, 1975; Kwaan, Anderson and Gramatica, 1971; Warshaw et al., 1974; Greipp, Brown and Gralnick, 1972) there were co-existing factors which could have been responsible for intravascular coagulation. None of these factors was present in the patient described.
Other possible explanations for elevated FDPs in patients with acute pancreatitis include obstructive jaundice, liver disease, pulmonary embolus and venous thrombosis (Merskey et al., 1966) or local haemorrhage (Malleson, 1974) . The infrequency of severe thrombocytopenia in the study also suggests that widespread intravascular coagulation is not present but does not exclude local intravascular coagulation.
By generally accepted criteria (Minna et al., 1974 ) only one of the patients in this study manifested DIC. However the balance between hyper-and hypocoagulability (Owen and Bowie, 1974; Fedder, Prakke and Vreeken, 1972) and the time of blood sampling may explain the different results obtained by different workers (Innerfield et al., 1952; Shinowara et al., 1963; Hirayama et al., 1974 
